. Thus, the genetic analysis of ksr-1 sugthe existence of a second C. elegans ksr gene, ksr-2, gested either that ksr-1 performs a nonessential function which is required for Ras-mediated signaling during or acts redundantly with another gene.
defect is incompletely penetrant at 20ЊC but is strongly The dx8, dx27, and oz245 mutations are alleles of ksr-2. penetrant at 25ЊC (Table 2) . We suggest that maternal These recessive EMS-induced mutations were identified ksr-2 product may be depleted more rapidly at higher in a genetic screen for sterile mutants (D.C., E.L., and temperatures and that the 25ЊC phenotype therefore T.S., unpublished data) and cause a pachytene arrest most closely resembles the ksr null phenotype. phenotype identical to that seen with ksr-2(RNAi) ( Figure 
